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Anti-tumor Effect of Cord Blood Mononuclear Cells Activated by PHA,
aCD3Ab and IL-2 in Vitro

LI Hui-Juan, ZOU Dian-Ding, ZHAQ Dong-Chi, et al.
Department of Pediatrics . Zhangnan Hospital , Wuhan University, Wuhan 430071, China

Abstract:  Objective To explore the cytotoxicity to K362 cells and the solube interleukin-2 recepter { sl.2R)
level of cord blood, cord blood mononuclear cells (CBMC) activated by phytohemaggiutinin (PHA), ofT3Ab and IL-2n
vitro. Metheds By caleulating the number of living cells in different culture mediur systems, the proliferative capability
of activated CBMC was measured. The level of sIL-2R in the supernatant of the cultured CBMC was measured using
ELISA. Tumor cells necrosis induced by the effecter cells was detected by the release of ‘H-TdR. Results  After a 3-day
culture n vitro, the proliferation, cytotoxicity and the level of s[L-2R in cord blood PHA-CD3AK cells were much greater
than those in PHA-LAK, CD3AK and LAK cells ( P <(0.05). Conclusions The results show that the synergistic
enhancing role of PHA, IL-2 and sl Ab in CBMC acrivation and PHA-CD3AK cells have some advantages over PHA-
LAK, CD3AK and LAK cells in the proliferation and cytatoxicity .
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Table 1 Comparison of proliferation, cytotoxicity and the level of

slL.-2R in the supermant in 4 groups {72 ¢)

5 HEER AHw(%) sIL-2R

LAK 1.02+£0.03 22.37+9.62 246,3:38’.5‘
PHA-LAK  1.56+0.04° 46,24+9.34" 846.4+143.7°
CIBAK 1.12 +0,08* 4936 10,24 931 3164 9

PHA-CI3AK 1.96 4 0, 1200
i

56.17 + 10. 63" [385.7 2 285, 5
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